verview over Rab family proteins and

Rab11 subfamily
Rab proteins, the evolutionarily conserved small Drosophila has a single Rab11 gene whereas, the vertebrate Rab11 subfamily consists of three members viz., Rab11a, Rab11b and Rab25, and they have been characterized as regulators of REs in both polarized and non-polarized cells which are encoded by distinct genes (11) (12) (13) . This review focuses on a brief structural description of Rab11, and its roles in implicating disease progression.
Structure of Rab11
Rab GTPases undergo post-translational modifications for its functional activity. Rab11a
terminates with isoleucine at its C-terminus, suggesting that it may be geranylgeranylated.
Studies showed that Rab11a can be modified in vitro, by different prenyl groups: farnesyl and geranylgeranyl (14) 
Rab11 dysfunction and diseases
Rab11 has been implicated in a number of patho-physiological diseases ( 
Huntington disease (HD)
It is characterized by the presence of nuclear and cytoplasmic inclusions, striatal neuronal loss, This mechanism may contribute to the toxicity caused by protein mis-folding found in a number of neurodegenerative diseases (25) . This is also caused by a CAG repeat expansion in the huntingtin gene. 
Type 2 diabetes
Glucose is uptaken by insulin through translocation of the glucose transporter, GLUT4 to the plasma membrane. In the basal state, GLUT4
interact with cytosolic proteins within various endosomal recycling compartments. Depending on the unambiguous vesicles that GLUT4 travels through, several Rab GTPase family members are vital to this process. In case of type 2 diabetes, insulin resistance disrupts translocation of the intracellular resources of GLUT4 to the plasma membrane, in spite of normal GLUT4 expression.
Rab11 is functionally associated with GLUT4
trafficking from storage vesicles to the endocytic recycling pathway (28, 29) .
Cancer
Studies have indicated that recycling members 
